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Most Afrikaans-speaking persons belong to a somewhat
limited number of families and it is likely that family-tree
studies of these cases would reveal interesting genetic facts
about the origin of the disease, such as have been disclosed
bY Dean and Barnes's now well-known researches 3,' into
the genealogical origin of porphyria in South Africa.
Our authors draw the attention of general practitioners
and otolaryngologists to the diagnostic importance of un-
explained hoarseness in young children as a symptom of
hyalinosis cutis et mucosae. Other manifestations of the
disease which will be of interest in other branches of medicine
include intracranial calcifications, epilepsy and mental
disturbances, dental abnormalities, abnormal hair growth,
abnormalities of the eye fundus, diabetes, etc. Our authors
refer to an association with congenital heart disease and
pernicious anaemia not hitherto reported. Sunlight, although
not the primary cause, acts as a precipitating agent, for the
most exten ive skin anomalie are seen on the exposed
parts of the body.
There eems to be a very exten ive di turbance of carbo-
hydrate, lipoid and protein metabolism, and the interesting
work of Eberhartinger and others5 ,6 on the alpha and beta
globulins and the Sf. lipoprotein await confirmation in
this country. Further biochemical studies might also throw
more light on the role of the diet on the development of
this disease.
South Africa offers enough material for further study of
this interesting anomaly and biochemical and hi tochemical
research that might clarify it pathogenesi.
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THE NATIONAL CANCER ASSOCIATION OF SOUTH AFRICA: EXPERT PAl\TEL
The ational Cancer Association of South Africa announces
tbe establishment of an Expert Panel for tbe histological
investigation of suspected malignant tumours.
The Panel consists of experts from different centres of
the Union acting in an honorary capacity.
Any practitioner who requires an opinion from tbe panel
in doubtful cases must request the pathologist employed
by him to forward clinical particulars, original blocks and
sections and the specimen (if still available) to the National
Secretary, National Cancer Association of South Africa,
P.O. Box 2000, Johannesburg.
The opiruon of the Expert Panel will be forwarded to the
original reporting pathologist and to the practitioner.
No fees will be charged for this service.
Practitioners are advised that specimens for investigation
will only be received by the Expert Panel via the original
reporting pathologist.
Further particulars may be obtained from the ational
Secretary, ational Cancer Association of South Africa,
P.O. Box 2000, Johannesburg.
RUPTURE OF THE STOMACH IN THE NEWBOR
Roy O. WISE, ER.CS., Department of Surgery, University of atal
This condition was first reported by Siebold1 in 1825, since
when 68 cases have been reported. The first case treated
successfully by surgery was reported by Legar et al. 2 in 1950.
Vargas et 01. 3 reported 11 cases in 1955, 8 of which had been
operated upon, with 2 survivals. At that time a total of
55 cases had been reported. In 1959 Linkner and Benson4
reported 13 cases operated upon, with 6 survivals.
Following is a report, one of 2 cases which have presented at
the King Edward VID Hospital, Durban, within the last
5 years.
The other one is to be published shortly. 5
CASE REPORT
B.S., an African female infant, was born in April 1959. The
pregnancy was normal and she was delivered at term by a pupil-
midwife without any difficulty. At birth the infant weighed 6 lb.
6 oz. and no abnormalities were found on examination at this
time.
It was noticed 48 /lours after birth that the infant had a markedly
distended abdomen, and up to that time had passed no meconium.
There had been no vomiting. The infant was found to be listless,
apathetic and rather ill. The abdomen was grossly distended
and the subcutaneous veins coursing over its surface gave it an
unhealthy marbled appearance. The flanks were markedly dis-
tended. On palpation the abdomen was soft although the infant
obviously resented this procedure. A fluid thrill was elicited from
flank to flank. On rectal examination a finger could not be intro-
duced more than 3 - 4 cm., nor could a lubricated catheter be
advanced beyond this point. A diagno is was made of intestinal
obstruction with perforation of bowel secondary to ano-rectal
atresia.
A straight X-ray of the abdomen revealed some free gas beneath
the diaphragm, but this was small in amount compared to the
large amount of fluid, which gave the rest of the abdomen a typical
ground-glass appearance. There was no visible gas bubble in the
stomach. A film in the inverted position showed free gas in the
pelvis (Fig. I).
A blood drip was set-up and shortly afterward laparotomy
was carried out under general anaesthesia.
A right paramedian muscle-splitting incision was made. When
the peritoneal cavity was opened, gas and a large amount of
turbid fluid escaped. The free fluid was aspirated and the ab-
dominal contents examined. The rectum was not atretic, but it
was very narrow and collap ed. A catheter could be pa ed per
rectum and guided into the sigmoid, but only with difficulty.
The rest of the bowel was narrow and collap ed. There was an
incomplete rotation of the bowel but no volvulus. The small
bowel, and most of the large bowel, were upended from thf
posterior abdominal wall by a very hort mesentery. A thickened
band of tissue crossed the 2nd part of the duodenum but other-
wise the duodenum was patent. The small and flimsy greater
omentum had miJk curds and pieces of fibrin adherent to it.
The stomach, which was about 2t inches long, was almo t
completely everted through a linear rupture It inche long, which
extended parallel and adjacent to the greater curvature from the
fundus down to the pyloric antrum. The edges of the tear were
thin and transparent and did not bleed, and the urrounding
stomach howed no evidence of induration, ulceration or necro i .
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Fig. I . Erttt film. howing free gas beneath the diaphragm. Fig. IB. Recumbent film. showing a small amount of free gas. distended flanks,
and the ground·glass appearance due to free fluid. Fig. )C. lnverted film, showing free gas in the pe) is and fluid level.
The band cro ing the duodenum was divided. The tomach
wa clo ed in two layer with an all-coat uture of continuou
catgut and an outer layer of ontinuou ilk. The abdomen was
clo ed without drainage.
Po t·operatively the infant was kept on intermittent gastric
suction and intravenou fluid therapy. Penicillin and strepto-
mycin were given. She di d, however 36 hour later. necrop y
could not be obtained.
DlSCUSS10l
The clinical picture i fairly constant and the presentation of
thi ca e is imilar to the other reported case. Pregnancy 1S
uncomplicated a a rule and delivery i u ually normal.
Prematurity doe not appear to be a factor of any great
significance. The ex incidence varies in the reported serie .
The infant feeds normally at first and, unless there i an
as ociated ob truction, stool will be pa sed normally.
The perforation occur most commonly on the 2nd, 3rd or
4th day of life and almo t always within the first 2 week.
The onset is udden. The abdomen distends rapidly and the
child becomes apathetic with a feeble cry. The abdomen i
di tended but oft. omiting i infrequent and when it
occur u ually amount to regurgitation or, less commonly,
frank haematemesis. The abdominal distension may eventual-
ly lead to respiratory difficulty with cyano is and ultimately
dehydration and hock will ensue.
The traight X-ray of the abdomen is typical. It hows (1)
free gas and free fluid, and (2) absence of the gastric air bubble.
Free ga is easily mi sed in a recumbent film (Fig. 1). In
mo t ca e the amount of free ga i so great as to outline the
liver quite clearly. In the present ca e the free ga wa le
than usual.
The evidence pr nted by this case uggest that the rupture
\ as due to a congenital deficiency of the gastric musculature.
The site \ typical and the ab ence of change in the neigh-
bouring muco a exclud acute peptic ulceration and septi-
caemic pathology. Furthermore, there were other congenital
abnormalities in the intestinal tract. These most probably
contributed towards the rupture by acting as distal obstruc-
tion.
Aetiology
Until 1943 it was believed that thi condition was due to
perforation of a gastric ulcer. In that year, however, Herbut8
clearly showed that in his case a congenital deficiency of the
gastric musculature, resulting in a weakness of the stomach
wall was the cause. This has been confirmed subsequently
in many cases. In one case described by Vargas et af.3 there
existed a diverticulum as a result of muscle deficiency which
had subsequently perforated (Fig. 2). Perforation, however,
Fig. 2. Congenital gastric muscle deficiency causing Oefi)
perforation ofgastric diverticulum, (right) rup,ure of stomach.
may occur as a complication of acute gastric ulceration.
The cause of this ulceration in the newborn is not always
clear. 10 ome cases it is a manifestation of septicaemia.
10 others it is associated with neonatal asphyxia and shock or
with intracranial haemorrhage.
Perforation of the stomach has been reported sec.ondary to
more di tal ob truction of the inte tinal tract. Brody7
described a case with ob truction and a proved muscle defect
and the features of other cases have suggested a imilar
pathology.
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Trauma has also been implicated. The stomach of the
newborn is free of air and it is unlikely that trauma during
delivery could rupture the stomach. In no case has birth
trauma ever been proved to be responsible. On the other
nand, perforation caused by intubation with polythene
tubing is well documented.
Perforation may also occur in mucormycosis. A 6-day-old
infant, with gastric perforation and peritonitis due to mucor-
mycosis, is to be reported from this hospital shortly.5
In some cases no aetiological factor could be established
at the time although the features have suggested a congenital
muscle deficiency.
Thus the known causes of neonatal rupture of the stomach
may be classified as (1) congenital muscle deficiency, (2)
acute gastric ulceration, (3) distal obstruction, (4) trauma
(gastro-intestinal intubation), (5) fungal infection (mucor-
mycosis).
Pathology
1. Congenital muscle deficiency. Although Herbut's
case6 showed deficiency of muscle in several areas of the
stomach wall, most recorded cases of rupture have occurred
near the greater curvature of the stomach, more so in the
fundal half. Three cases of perforated gastric diverticulum
have also been reported in this site.
2. Acute gastric ulceration. The perforation associated
with acute peptic ulceration does not resemble the perforated
ulcer of the adult. In septicaemia there may be intramural
abscesses with necrosis and a large perforation, or else a
perforation may be surrounded by an indurated stomach,
the seat of acute ulcers.
3. Traumatic. The perforation here is punctate and
surrounded by minimal inflaIntnatory change.
4. Mucormycosis. This is a disease caused by invasion of
tissues by true fungi (Muc~raceae). Visceral mucormycosis
involves the central nervous, pulmonary and digestive systems
or may occur in a disseminated form. The spores are ingested
or inhaled and the fungus may in ade the stomach wall,
causing local infarction and ulceration. Histologica1ly the
mo t prominent features are the pre ence of pleomorphic
non- eptate hyphae in ading haemorrhagic and necrotic
tissue and thrombotic vessel walls and lumina. The diagnosis
can only be made where in asion of tis ue by the fungu i
een.
Prognosis
In the 11 cases reported by Varga et aP the survi al rate
was 1 . 1%. In the 13 cases reported by Linkner and Ben on4
the survival was 46'1 %. The mortality is of neces ity high
because of the severity of associated conditions. These may
include prematurIty, assOCiated congenital abnormalities,
cerebral haemorrhage, and septicaemia. Prompt surgery
offers the only hope for survival. The commonest cause of
death in reported cases is generalized peritonitis.
SUMMARY
A case of rupture of the stomach in a newborn infant is
presented. The clinical features and X-ray findings are
described. The aetiology and path010gy are discussed. The
prognosis and trea.lment are indicated and the importance of
early surgery stressed.
I should like to thank Dr. S. Disler, Medical Superintendent
of King Edward VIII Hospital, for permission to publish detail
of the ,?ase; and Prof. A. E. Kark, in whose care the case was,
for adVice.
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DISEASES OF MEDICAL PROGRESS·
A. LANDAU, M.B., CH.B., ER.C.P. (LoND.)
President, Cape Western Branch, Medical Association of SOlllh Africa, 1959
The truly amazing advance of therapeutic procedures and the
discovery of more and more specific remedies in the treatment of
disease over the past 30 or 40 years has created a new, exciting,
and often highly satisfying climate in which to practice medicine.
We now have large numbers of remedies which work their cures
almost miraculously. As evidence of this we are faced with most
interesting and radical changes in the treatment of many diseases.
Thus tuberculosis sanatoria all over the world have closed down
or will close down, because modem antituberculous therapy is
so effective that institutions are seldom necessary now for the
treatment of tuberculosis. Pneumonias are more often than not
treated at home because of modem effective therapy, so that
few cases need to be treated in hospital. Gone are the days of
the laborious long-drawn out wash-outs for gonorrhoea, and the
prolonged and hazardous therapy for syphilis. Instead we have
the rapidly effective penicillin, the antibiotics, the steroids, etc.
These are powerful remedies indeed'.
However, we are faced with new dangers and responsibilities
when using these potent remedies, so much so that in modem
therapeutics a definite rule should be laid down: No-one is entitled
to prescribe a medicament who knows only the specific effect
claimed for the remedy. It behoves him equally well to know the
complication- which may result from the therapy.
• Valedictory Presidential Address, Cape Town, 29 1anuary 1960
Certain complications that occurred in the old days during the
course of drug treatment of diseases were usually ascribed to toxic
reactions to the drug used, due either to overdosage or impurity iu
the drug, or else to hypersensitivity or idiosyncracy on the part of the
patient. In modern therapy a variety of mechanisms are operative
in this respect. Some of these mechanisms are biochemical or
metabolic, possibly through enzymatic action. The implication of
this knowledge naturally is that we shall be able to predict the
action of certain drugs, and so avoid dangerous and even disastrous
reactions and effects. It is for instance well known that allergic
reactions to penicillin may be more than a nuisance-they may be
fatal.
In many cases we are on the threshold of discovering the exact
mechanism or mode of action of the newer drugs. One example is
that of certain blood dyscrasias which have been shown to be
due to enzymic deficiencies in the recipient's cells and which are
produced as so-called toxic effects of certain drugs.
Some reactions are physiological. When we give the diabetic too
much insulin or the rheumatoid arthritic full doses of steroid,
we reproduce what the naturally occurring hormones bring about
when they are produced in excess. Even here we do not understand
why we may produce peptic ulcers by steroid therapy, because the
naturally occurring cases of Cushing's disease do not have this
lesion.
When we give patients a broad-spectrum antibiotic it is common
